We believe that this was accomplished: two random strains of E coli would probably not show the degree of identity found in our tests. E coli adheres to uroepithelium by pili, which are protein filaments on its surface. They are of two types, depending on whether adhesion is inhibited by mannose (mannose-sensitive) or not (mannoseresistant). The E coli strains produced only mannose-resistant pili, and such strains are found in only 26% ofunselected cases of significant E coli bacteriuria (Abraham et al, in preparation). Symptomatic urinary tract infection correlates highly with isolation of such strains. 2 We assumed that our patient had unwittingly ingested E coli SP88, that her intestinal tract had thus become colonised, and that her urinary tract infection had come about by the accepted ascending route.3 We were unable to find E coli with the required characteristics in her faecal flora. We cannot exclude that she had transferred the infecting strain to the introitus from her fingers. Nevertheless our observations suggest that E coli SP88 is highly virulent for the urinary tract and that mannose-resistant pili may be a long-sought colonisation and virulence factor of E coli in the urinary tract.
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Comment
Turner's syndrome comprises several well-known external signs with ovarian dysgenesis and failure of secondary sexual development. Certain internal abnormalities such as horseshoe kidney and coarctation of the aorta are also recognised as occurring with increased frequency. An association with autoimmune thyroiditis is well described, and the number of recent case reports of inflammatory bowel disease in Turner's syndrome strongly suggest that this also represents a true association.1 2 It has been suggested2 that inflammatory bowel disease is triggered by an environmental factor in a genetically susceptible individual, and that an abnormality of the X chromosome may influence the genetic predisposition, thus rendering patients with Turner's syndrome more susceptible to the disease. Interestingly there is an unusually high prevalence of karyotypes featuring a structurally abnormal X chromosome, as in our first patient.
Though arthritis occurs in up to 10% of patients with Crohn's disease, its severity usually parallels the activity of the intestinal disease, large joints are usually affected, and radiological changes are rare. Our first patient had the clinical picture of severe juvenile rheumatoid arthritis, which, together with her uveitis, may represent a separate association between autoimmune disease and an X chromosome abnormality.
It is clearly important to regard non-specific symptoms such as malaise, intermittent diarrhoea, and weight loss with suspicion in any patient with Turner's syndrome, as these symptoms call for further investigation of the gastrointestinal tract.
We thank Dr C B Williams for performing the colonoscopy in case 1. The side effects of phenylbutazone chiefly affect the stomach and bone marrow. Adverse renal effects include sodium retention, acute tubular necrosis, haematuria, and interstitial nephritis.1 The nephrotic syndrome complicating phenylbutazone treatment is uncommon. We report a patient in whom acute nephrotic syndrome occurred during phenylbutazone treatment.
Case report
An 81-year-old Caucasian man took phenylbutazone 100 mg four times a day for 10 days for a painful right ankle. Three weeks later a 30-day course of the drug in the same dose was started. He stopped taking the drug on the 25th day, when he developed peripheral oedema. He continued throughout with salbutamol and beclomethasone by aerosol, which he had been taking for four years. He had had a brief course of phenylbutazone for backache about one year previously. On admission his blood pressure was 180/80 mm Hg and he had anasarca. The urine contained 35 g of protein daily. The blood urea concentration was 9 mmol/l (54 mg/100 ml) and rapidly rose to 47 mmol/l (282 mg/100 ml). The creatinine clearance fell from 38 to 8 ml/
